Heinz body hemolytic anemia due to phenazopyridine hydrochloride. N fibres (fig 1) . In the kidneys, within the epithelium of both proximal and distal tubules, similar bodies to those described in the myocardium were seen. In the spleen, proliferation of large histiocytes with abundant eosinophilic cytoplasm Case reports was observed. In these organs, many small arterioles showed a thickened wall which stained heavily with PAS stain. In the dermis the blood vessels contained vacuoles, osmophilic bodies, and lamellar bodies, located in the endothelial cells (fig 2) . In the brain, multiple encephalomalacic cysts were found in the pons, cerebellum, and both occipital lobes. Many arterioles in the brain showed extensive irregular thickening of their walls by an eosinophilic homogenous PAS positive material. Extensive study of multiple sections of the brain and spinal cord did not reveal any abnormality in the neurones or glial cells. Examination of spinal ganglia showed extremely large neurones with the nucleus and Nissl substance at the periphery of the neurone and the cytoplasm containing fine eosinophilic granules (fig 3) . PAS stain showed that the cytoplasm of the neurones was loaded with PAS positive granules~~~~~~~~~~~~~a ,' i 't" , S g In our patient neuronal storage was localised to sensory root ganglia exclusively. Kocen and Thomas2 were the first to suggest that dorsal root ganglia cells might be involved in Fabry's disease although they were wrong in stating that "no observations appear to have been made on the dorsal root ganglia cells". Two years before this, Steward and Hitchcock3 found glycolipid storage in dorsal root ganglia neurones but there was extensive widespread involvement of other neurones as well. Similar findings were reported by Tabira et al, 7 Kahn,'12 and Ohnishi and Dyck.13 It is obvious that storage in dorsal root ganglia neurones only, as was seen in our patient, can produce bouts of shooting pain when these neurones are still alive and storing glycolipid. Cessation of pain in later stages of the disease may be the result of neuronal death.
Pain of a similar nature is a prominent sign during the course of hereditary sensory radicular neuropathy, familial dysautonomia, and tabes dorsalis. In the first two, a marked reduction of dorsal root ganglia neurones is present,'4 15 while in tabes dorsalis degeneration of dorsal rootlets and, to a lesser extent, dorsal root ganglion neurones is characteristic.'6 It may be concluded from our study
